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Cruse et_ al. (1978) suggested that dietary cholesterol may be
cocarcinogenic. Rats given DMH and fed a diet of liquid Vivonex (an
amino acid hydrolysate) with added cholesterol had shorter lifespans,
decreased time to tumor appearance, and more colonic tumors per rat than
did the animals fed Vivonex alone. Because these dietary regimens are so
different from those consumed by humans, the applicability of these find-
ings to human health is not clear.
Broitman et_ al. (1977) studied effects of serum cholesterol levels
on DMH-induced tumorigenesis in the bowel.  Sprague-Dawley rats were fed
isocaloric cholesterol-containing diets supplemented with either 20%
coconut oil to promote hypercholesterolemia and vascular lipidosis or 20%
safflower oil to maintain lower serum cholesterol levels and, presumably,
to shunt cholesterol through the gut. Rats fed the 20% polyunsaturated
fat diet experienced less vascular lipidosis but developed more bowel
tumors than did rats fed the saturated fat diet. It could not be ascer-
tained from these studies whether the enhanced bowel tumorigenesis was
due to the polyunsaturated fat per se or whether the effects were related
to its hypocholesterolemic action.  Reddy and Watanabe (1979) observed
that the intrarectal administration of cholesterol, cholesterol-5,6-
epoxide, or cholestane-3,5,6-triol did not exert or lead to any tumor-
promoting activity in rats given MNNG to induce bowel tumors.
The number of DMH-induced intestinal tumors was greater in rats fed
diets marginally deficient in the lipotropes choline and methionine than
in rats fed high fat diets with adequate amounts of lipotropes (Rogers
and Newberne, 1973)*
To date, an active carcinogen derived from bile acids has not been
isolated from human or animal feces. The proposed mechanisms for the
action of bile acids on bowel tumorigenesis are discussed earlier in this
chapter*
SUMMARY
Epidemlological Evidence
Fats. There is some epidemiological evidence for an association
between dietary fat and cancer at a number of sites, but most of the evi-
dence pertains to three sites: the breast, the prostate, and the large
bowel.  In various populations, both the high incidence of and mortality
from breast cancer have been shown to correlate strongly with higher per
capita fat intake; the few case-control studies conducted have also shown
this association with dietary fat. Like breast cancer, increased risk of
large bowel cancer has been associated with higher fat intake in both
correlation and case-control studies. The data on prostate cancer are
more limited, but they too suggest that an increased risk is related tQ
high levels of dietary fat. In general, it is not possible to identify
specific components of fat as being clearly responsible for the observed
effects, although total fat and saturated fat have been associated most
frequently*

